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IINNTTRROODDUUCCTTIIOONN

Hepatocellular carcinoma (HCC) is a major health

problem worldwide. It is the fifth most common cancer and the

third most common cause of cancer related death (Lau and

Lai, 2008). Patients with hepatitis B and C related liver

cirrhosis are at high risk of developing HCC (Masatoshi,

2008). The prognosis of patients with HCC is poor when

diagnosed at an advanced stage but when diagnosed and treated

at early stage the 5-year survival rate may reach up to 70-80%

(Sonia et al., 2008). Therefore early detection of HCC is a

critical goal to improve the patient outcome.

Histo-pathological examination of tumor biopsy is

considered the crucial method for reliable diagnosis of HCC.

However, it is mandatory to examine non-tumoral hepatic tissue

to exclude or to confirm the presence of liver cirrhosis, which

affects the treatment modality. Ultrasound-guided fine needle

biopsy accurately diagnoses HCC in about 90% of nodules,

including nodules of a very small diameter. However,

malignant seedling is a recognized complication in patients with

HCC and risk of tumor seedling along the needle tract has been

estimated as 3% of cases (Change et al., 2008 and Asmaa et

al., 2009)

Cross-sectional imaging techniques with computed

tomography (CT) and magnetic resonance imaging (MRI) are
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the most commonly used techniques to detect HCC (Ma et al.,

2008). MRI was found to be more accurate than CT in detecting

HCC and estimating the actual size of the tumor. Although its

sensitivity in detecting HCC is as high as 95% in tumors larger

than 2 cm, unfortunately, in tumors less than 2 cm the

sensitivity is as low as 30% (Asmaa et al., 2009).

As regards serologic screening, alfa fetoprotein (AFP)

still represents the currently used test for HCC, despite its low

sensitivity which reaches only 45%. Moreover, alteration of

AFP serum levels are commonly observed in cirrhotic patients

(Giannelli et al., 2005). In addition, development of false

negative or false positive rates with AFP was as high as 30-40%

for patients with small HCC (Wei et al., 2006). This prompted

the search for recent, more reliable non-invasive biochemical

markers with better sensitivity and specificity for the early

diagnosis of HCC.

CD105 also known as endoglin, is a disulfide-linked

homodimeric type I transmembrane glycoprotein (Burke et al.,

2010). The expression of endoglin is elevated on the endothelial

cells of healing wounds, developing embryos, inflammatory

tissues, and solid tumors. Endoglin is a marker of activated

endothelium, and its vascular expression is limited to

proliferating cells. Recent studies identified endoglin

expression in several solid tumor types (Dallas et al., 2008).
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AAIIMM OOFF TTHHEE WWOORRKK

The aim of the present study is to investigate the clinical

utility of endoglin (CD 105) as a novel biomarker of

hepatocellular carcinoma (HCC) and correlate its serum levels

with alpha fetoprotein, as the current biochemical marker of

HCC.


